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PCR product length using primers 1F2 and 1R2 for exon 1; 199 (2) .
Based on their autopsy findings of CTX cases, Okada et al (7) reported that the progressive changes in head MRI findings appear to be associated with secondary demyelination and gliosis caused by sterol infiltration. Similar changes were seen in the present patient.
In summary, the present case is most unusual in that cerebellar ataxia was almost the only clinical symptom, and the lesions were localized in the cerebellar hemispheres, based on head MRI findings.
